SUMMARY Two young women (aged 32 and 25 years) with systemic lupus erythematosus and heart valve lesions in association with antiphospholipid antibodies are presented. In addition to the presence of the 'lupus anticoagulant' and false positive Venereal Disease Research Laboratory (VDRL) tests, both patients had high levels of IgG anticardiolipin antibodies. The first patient additionally had contraceptive induced chorea, chorea gravidarum, seven miscarriages, livedo reticularis, pulmonary embolism, and thrombocytopenia and developed culture negative endocarditis as well as hypertension. The second patient, who had presented with hypertension, developed aortic and mitral regurgitation, suspected myocarditis, manifested transient ischaemic attacks, and responded well to anticoagulation and steroid treatment.
The most frequently diagnosed cardiac lesion in systemic lupus erythematosus (SLE) is pericarditis, almost always symptomatic, whereas valve lesions, although often seen at necropsy are rarely symptomatic but may be diagnosed by Doppler echocardiography. 1 Myocarditis is much less common.5
We present two patients who developed haemodynamically significant valve lesions and SLE; both possessed antiphospholipid antibodies in high titre. The presence of these antibodies provoked speculation as to their relation to the valve lesions and caused problems with treatment.
Case reports PATIENT 1 This Caucasian woman of 19 years was well until 1973. Between November 1973 and October 1974, while taking the oral contraceptive, she had persistent involuntary movements of both hands and tongue. Chorea was diagnosed and contraceptive treatment was stopped. There followed seven miscarriages, four of which were accompanied by 'chorea gravidarum', usually starting within two weeks of becoming pregnant and stopping spontaneously two or three weeks after the miscarriages. Repeated blood tests showed positive antinuclear antibodies (ANAs) in moderate titres on more than one occasion, and she was also found to She remained generally unwell. After suffering from a respiratory infection she was readmitted in February 1987 with a suspected recurrence of bacterial endocarditis. There was now finger clubbing ( Fig. 2) and periodontal pocketing around a molar tooth (later extracted) was evident. Her white blood cell count was 10-4 x 109/1 and haemoglobin 101 g/l with erythrocyte sedimentation rate raised to 98 mm/h. A single blood culture was positive for Staphylococcus albus. Because of the one positive culture, in the context of the haematological findings and her symptoms of malaise, she was again treated for infective endocarditis. She was subsequently referred to St Thomas's Hospital for further evaluation. At this stage she was found to have the 'lupus anticoagulant', extremely high antibody titres to cardiolipin (120 GPL units, MPL units negative). Florid livedo reticularis had developed over both legs as well as on the arms. Her blood pressure was 130/95 mmHg (during treatment with diuretics). She was treated with high dose steroids (prednisolone 60 mg daily) and anticoagulated with warfarin, both of which were gradually reduced and discontinued over one year. The hypertension was controlled with nifedipine and frusemide. At one year follow up she complained of intermittent diplopia and is awaiting a computed tomographic scan for suspected transient ischaemic attacks (TIAs). Repeat echocardiograph showed extensive thickening of the mitral valve and some developing stenosis (Figs 3a and b) . PATIENT 2 This 25 year old Caucasian woman developed hypertension in 1985 while taking the contraceptive pill. This settled spontaneously on withdrawal of the oral contraceptive without any specific treatment. Thereafter she remained well until five weeks before her admission to the Brompton Hospital in late 1986 when she developed lethargy, drowsiness, and exertional dyspnoea. There had been some weight loss and, additionally, she had developed a 'butterfly' rash on the malar area of the face, a distal petechial eruption with subungual haemorrhages, and a severe left hemicranial headache. This was followed by transient weakness of the right side of the body with some residual weakness of the right leg. There had been no past history of rheumatic fever. The patient smoked 60 cigarettes a day and drank 10 pints of beer a week.
On examination she appeared unwell with blood pressure of 180/100 mmHg. Her pulse rate was 88/min, regular and collapsing in character. She had periungual and subungual splinter haemorrhages. Jugular venous pressure was raised, and murmurs consistent with mitral and aortic regurgitation were audible. The chest was clear clinically. The liver edge was palpable, but there was no splenomegaly. Central nervous system examination was normal. Chest x ray demonstrated cardiomegaly with pulmonary venous congestion and the electrocardiogram showed sinus rhythm with left ventricular Fig. 3 (Fig. 4a) . The left ventricular M mode recording was very abnormal (Fig. 4b) , with an increase in left ventricular cavity size to 6-9 cm at end diastole, falling to 5 cm at end systole. Although both septal and posterior wall thicknesses were increased at end diastole, systolic thickening was reduced. These findings were confirmed on the cross sectional record, and, in addition, myocardial echo amplitude recorded with standardised gain settings was significantly increased. The apexcardiogram showed major abnormalities during diastole compatible with considerable increase of left ventricular end diastolic pressure. These findings were compatible with myocardial oedema.
The white cell count was raised at 14*2 x 109/l, with lymphopenia of 1.4 x 109/l (normal 1.5-3.5 x 109). Haemoglobin was 131 g/l and platelet count 371 x 109/l. The blood urea was raised at 10-8 iimol/1 (normal 3.2-7-1) and serum creatinine was raised at 145 imol/l (normal 44-88). Serum urate was also raised at 0-50 mmol/l (normal 0-18-0.39). Sacks in 1924,6 is characterised by the deposition of atypical non-bacterial verrucous vegetations on the valvular or mural endocardial surfaces, or both. They are usually situated away from the line of closure of the affected valve, are often multiple, and are usually seen on the mitral valve at necropsy. They are infrequently dislodged, but emboli from such lesions have been described to the brain79 as well as to coronary arteries.10 Pulmonary thromboembolism from verrucae originatin on the tricuspid valve have also been recorded. 1 Since The relation between the valve lesions and the presence of the antiphospholipid antibodies in these patients remains speculative. It is likely that the underlying disease process itself was responsible for their development. The importance of anticoagulation in addition to standard treatment to prevent possible thromboembolic complications, particularly cerebral, is emphasised, however, and should be considered in any lupus patient with valve lesions in the presence of these antibodies. 
